We report on a traumatic paraparetic patient, who developed acute intermittent arteriomesenteric occlusion of the duodenum after the use of Harrington's spinal instrumentation. This rare condition was treated conservatively. It is presumed that some degree of hyperlordosis of the lumbar spine by the rods was responsible for this phenomenon.
1. Absence or depression of gastrointestinal (GIT) function during 'spinal shock'.
2. Automatic reflex activity.
Intestinal reconditioning (chronic phase).
During the 'spinal shock' phase, there is often paralysis of intestinal peristalsis, faecal retention, meteorism, paralytic ileus, acute gastric dilatation, or bleeding from 'stress ulcers'. During this phase patients are usually given corticosteroids and heparin. Epstein et al. (198 1) found that the incidence and degree of GIT bleeding did not appear to be affected by the dose of corticosteroids or by the regimen of heparin administration.
Acute intermittent arteriomesenteric occlusion of the duodenum (Wilkie's syndrome), (AIAOD syndrome) may rarely occur in SCI patients due to the hyperextension of the lumbar spine caused by putting a pillow under the pati- ent's back to achieve postural reduction. The following case report describes a patient with SCI who developed the AIAOD syndrome after the insertion of Harrington's spinal instrumentation.
Case report
A 27-year-old man was admitted to our hospital after falling from a height of 5 metres (work accident). Neurologically, he had incomplete paraplegia below L2• Myelography and a CAT scan revealed a fracture and posterior dislocation of the L, vertebra (Fig. 1) . After some neurological deterioration occurred, laminectomy of the L,-2 vertebrae and stabilisa tion with Harrington's rods were performed (Fig. 2) . Four days later the patient was trans ferred to our rehabilitation ward. Three days later, that is a week after the operation, the patient had severe abdominal pains, nausea and vomiting. Examination showed abdominal swelling, decreased peristalisis, and tenderness. His temperature was PO 37.5°C and PR 38.6°C. No neurological changes were detected. A plain abdominal X-ray showed a fluid level in the stomach, but no sign of free air (Fig. 3) . A nasogastric tube was inserted and a large amount of fluid was aspirated. It is stressed that the patient was lying flat on his back.
No corticosteroids were administered, only subcutaneous injections of heparin (5000 units twice daily). These clinical abnormalities reappeared three times. Nasogastric tube and drainage fluid were the only treatment: and each time peristalsis returned and the abdominal swelling subsided.
Upper GIT radiological investigation with contrast medium (barium) revealed free pas sage only to the second third of the duodenum (Fig. 4) . After turning and tilting the patient the 'plug' was released. The AIAOD syndrome was the most probable diagnosis, caused by spinal hyperextension due to the Harrington rods. Since then, the patient has been seated and tilted (head up, and from side to side) after and during meals. The immobilisation period was shortened. An arteriogram was not performed. All routine laboratory values were within normal limits, apart from a transient leucocytosis. Sensory impairment, emotional lability, muscle atrophy and accompanying complications such as paralytic ileus or 'stress ulcers' may cause a delay in the diagnosis of the AIAOD syndrome. Usually, correction of the lumbar hyper lordosis (e. g. removal of a pillow) relieves the situation immediately. To the best of our knowledge, this syndrome associated with Harrington's instru mentation has never been previously described. We have found however that iliofemoral thrombosis after correction of scoliosis with these rods was described recently (German et ai., 1985) .
In our patient, the rods were not removed, but early mobilisation was neces sary. Further neurological recovery was noted, and the patient was later on subsequently able to walk unaided, and gained almost full control over his bladder and sphincters. Finally, the neurological status was an incomplete cauda equina syndrome (below L4)' It seems that this patient may have had a duodenal obstruction due to this syndrome. Traditionally it has been thought to be due to a mechanical obstruction by pressure from the superior mesenteric vessels as 354 PARAPLEGIA they cross the duodenum (Co1cock et al., 1968) . Another theory is that neuro muscular derangement or 'automatic failure' may be responsible. We do not feel, however, that there was coincidental 'paralytic ileus' associated with the SCI a week after the injury. Usually this latter condition accompanies 'spinal shock' from the onset of the SCI. Although Wilkie's syndrome is widely known, it is accepted that in the individual patient precise diagnosis can be difficult.
Another point to stress is the importance of the radiological verification of the obstruction; also, sometimes, as in our patient, the patient may have reduced the intestinal distension in the first and second part of the duodenum by prior emesis, and this may be misleading. It is also possible that a post-operative hematoma tracking into the area of the third part of the duodenum from the site superficial to the pancreas, lesser sac or posterior aspect of the stomach may cause a similar problem. The management of the 'acute silent atypical' abdomen (Block, 1983) among SCIP is still problematic, either from a direct blunt injury (Tibbs et al., 1979) or due to complications of treatment (Culig et al., 1984) .
